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differ much from those in the entire data of Czeizel and Tsunady (Cz84a)
or those derived indirectly by using estimates of liability heritabilities from
the threshold model. (One exception is congenital dislocation of the hip.)
In rough terms, the heritabilities of the traits themselves are about 1/10
those of the liabilities.

At face value, the MZ concordances suggest that broad-sense heri-
tabilities are much larger than narrow-sense heritabilities. This discrepancy
is more likely caused by environmental correlations peculiar to twins rather
than to a large amount of dominance and epistatic variance. In any event,
whether the mutation components of these disorders are closer to 5 or
50% (the BEIR III range), the uniformly low narrow heritabilities would
indicate that the approach to equilibrium following a rise in the mutation
rate would be very slow indeed. On the other hand, to the extent that any
of these disorders includes a significant proportion of cases with a simple
monogenic origin (which have a mutation component of 1), the overall
mutation component would be increased.

The risk estimates for this category of traits are listed in Table 2-1. The
equilibrium value is based on Equation (2-1) with the assumption that the
mutation component of the traits is between 5 and 35%. The upper limit
of 10 for the first-generation effect is based on the worst-case assumption
that the mutational component is due entirely to dominant genes.

Other Disorders of Complex Etiology: The data in Table 2-4 are taken
from a recent set of data from Hungary presented in preliminary form by
UNSCEAR (UN86). The table shows (1) large total lifetime prevalence
(over 30%) and (2) large estimated heritabilities of liability based on a
multifactorial threshold model. However, the heritabilities of the traits
themselves are much smaller (see preceding section).

If anything, the disorders in Table 2-4 are even more heterogeneous
than the congenital abnormalities in Table 2-3. In Table 2-4, lifetime
prevalences rather than birth frequencies are given. Many of the disorders
have a rather late age of onset. The total lifetime prevalence for the selected
disorders tabulated is about 30%. Assuming independence, approximately
27% of individuals suffer from at least one of these diseases sometime
during their lifetimes.

The heritabilities in Table 2-4 again pertain to liability calculated
from the Hungarian data and with the assumption of a multifactorial
threshold etiology. The narrow heritabilities of the traits themselves are
approximately 1/10 of these values (see preceding section). To the extent
that these disorders are heterogeneous and confounded with monogenic or
simple Mendelian disorders whose equilibrium frequencies result from a
balance between mutation and selection, the mutation components would
be elevated. On the other hand, several of the disorders are known to
be correlated with variation in the HLA histocompatibility complex (e.g.,